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Our data show that the ClC-2 channel is directly phos-The activity of chloride (Cl) channels is modulated
phorylated by p34cdc2/cyclin B and dephosphorylated byduring the course of cell cycle. Cl channel that is acti-
protein phosphatase 1. Phosphorylation and dephos-vated at the exit of M-phase in the ascidian embryo has
phorylation of the ClC-2 channel protein functionallysimilar electrophysiological characteristics to those of
ClC-2 channel [1], including inward rectification and slow regulated ClC-2 channel activity. These modulations of
activation [2, 3]. Thus, we investigated whether the activ- ClC-2 channel by the M-phase–specific cell cycle machin-
ity of ClC-2 channel is modulated by cell cycle clock. ery could be responsible for the modulation of Cl chan-
In vitro and in vivo phosphorylation assays showed nel activity during the M phase.
that the carboxyl terminus of ClC-2 was phosphorylated
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